were detected in the acute phase of patients with Kawasaki disease, but in most of the children with chronic hepatitis B or C, the titres of SAA remained normal. There was no close correlation between SAA and serum concentrations for a,-acid glycoprotein, 02-microglobulin, transferrin, and IgG.
increase in SAA was followed by a rapid return to normal concentrations (<5 ig/ml) during convalescence. Remarkably higher concentrations of SAA (mean 1630 *g/ml)
were detected in the acute phase of patients with Kawasaki disease, but in most of the children with chronic hepatitis B or C, the titres of SAA remained normal. There was no close correlation between SAA and serum concentrations for a,-acid glycoprotein, 02-microglobulin, transferrin, and IgG.
There was a clear coffelation between SAA and C reactive protein concentrations, although SAA showed a greater incremental change than C reactive protein in the acute phase. In the acute phase of these viral diseases, 56% of the patients had raised SAA concentrations (5 *g/ml) with normal C reactive protein concentrations (<5 ,tg/ml). These results indicate that SAA could be useful as an inflammatory marker in children with acute viral infections. ( 
Results

SAA CONCENTRATIONS IN PATIENTS
Fifty one normal controls aged 1-14 years (mean 5-8) had mean (SD) SAA concentrations of ( 1 11) [ig/ml. From these data an arbitrary upper limit for the normal SAA concentration was set at 5-0 jig/ml (mean+ 3SD). In cases with acute viral diseases, SAA concentrations increased in the acute phase and declined thereafter throughout convalescence (see table 1 ). By contrast, however, in children with chronic hepatitis B and C the titre of SAA remained within normal at 3-0 (2-3) jig/ml in hepatitis B and 15 (1 1) pg/ml in hepatitis C (fig 1) .
KINETICS OF SM DURING THE COURSE OF ILLNESS
Changes in the SAA concentration were investigated at designated intervals. Figure 2 shows the kinetics for SAA in 12 cases of measles, 14 
